Almost a century has passed since Rilliet in 1851 described a case of stridor occurring in a young infant. This he presumed to be due to compression on the trachea by either a thyroid or thymic swelling. In 1853 Rilliet and Barthez in their classic French textbook on diseases of children were the first to describe as a clinical entity the condition which later came to be known as congenital laryngeal stridor.
Thirty years later Lees (1883) in Great Britain gave a description of a case of 'a peculiar form of obstructed inspiration,' in which examination by a laryngoscopic mirror previously had shown the aryteno-epiglottic folds to be close together and almost overlapping. Because the child had died of diphtheria, the larynx was examined post mortem. Lees claimed to be the first to describe the laryngoscopic appearances and post-mortem findings of such a case, and he stated that he had seen clinically a total of four cases with a similar condition. In the following year Gee (1884) described several instances of ' respiratory croaking of babies,' and made the observation that the disorder caused more annoyance to others than to the child.
The description of ' infantile respiratory spasm' by John Thomson in 1892 helped to separate out a large group of cases of laryngeal stridor in young infants which ran a benign and self-limiting course.
In 1897 Sutherland and Lambert Lack described eighteen cases of ' congenital laryngeal obstruction,' of which six had been examined by a laryngeal mirror. In all of these, they noted the epig!ottis sharply folded on itself, the two lateral folds being in close apposition. The aryteno-epiglottic folds were approximated, and thus the upper aperture of the larynx was reduced to a long narrow slit. The thin folds bounding the aperture 'flapped to and fro' on respiration. They were convinced that there was a valvular action of the upper aperture of the larynx, dependent partly on a peculiar congenital malformation in the anatomy of the larynx and partly on the flaccidity of these parts in infants. This is the view that is now widely held.
In collaboration with Logan Turner, Thomson presented a comprehensive description of this group in 1900. They described the classical picture of the child who developed noisy breathing shortly after birth. The stridor comprised a croaking sound which accompanied inspiration. Expiration was accompanied by a short croak when the stridor was loud, but at other times it was noiseless. There was no distress and no cyanosis. There was marked inspiratory indrawing of the thoracic and abdominal walls, except in the mildest cases. During the first few months of life the stridor increased in loudness as the child got stronger, but after remaining about the same for a few more months, it gradually lessened and disappeared during the course of the second year. Structurally there was an exaggeration of the peculiarities of the infantile larynx. They postulated an ill-coordinated, spasmodic action of the muscles of respiration as the primary cause, and the soft collapsible nature of the larynx as playing only a secondary part in the condition. They considered that the peculiar laryngeal deformity was thus purely an acquired one as the result of a nervous imbalance. While this view has not now many followers, Thomson's (1892) original clinical description of the condition could hardly be improved upon. Reardon (1907) Although Variot had, a generation previously, suggested cutting away the aryepiglottic folds, Iglauer (1922) was apparently the first to undertake partial epiglottidectomy in a case of congenital laryngeal stridor, and he advocated this procedure in all such cases subject to asphyxial attacks. Schwartz (1944) claimed to have taken the first coloured motion picture of the larynx during respiration in a case of congenital laryngeal stridor, and reproduced in his paper striking photographs from the film. He suggested the adoption of the term ' inspiratory laryngeal collapse,' and stressed the role of micrognathia as an etiological factor in these cases. He showed how the muscular and ligamentous forces concerned in the upper aperture of the larynx were affected by micrognathia. He 
ARCHIVES OF DISEASE IN CHILDHOOD
carried out partial epiglottidectomy in one of his cases with relief of symptoms. One of his cases with both micrognathia and inspiratory laryngeal stridor had a brother also presenting both features.
Enlargement of the thymus is frequently stated to be an important cause of stridor in infancy. Kennedy and New (1931) reported from dhe Mayo Clinic a group of cases of chronic stridor in childhood. In fifteen of these cases, stridor was the chief complaint, but nine of these had been previously diagnosed as being due to thymic enlargement: eight out of nine had received x-ray treatment without benefit. Publishing a short series of illustrative cases, Trimby (1943) also has shown how rarely simple thymic enlargement is responsible for stridor or respiratory embarrassment in infancy. This last series gives a rough idea of the relative frequency of the causes of chronic stridor in early infancy, and it emphasizes the need for routine chest x-ray investigation and direct laryngoscopy in all such cases. Thus approximately half the cases of chronic stridor encountered in infancy are due to 'inspiratory laryngeal collapse.'
There are many types of structural congenital anomalies of the larynx associated with stridor. Apart from the inspiratory collapse group, the most common of these is the presence of a membranous web joining the anterior ends of the vocal cords. A stenosis of the larynx as a whole is occasionally met, while cysts, haemangiomata, or papillomata are sometimes found to be the cause of the stridor, especially in older children. It is thus now becoming increasingly recognized that the term congenital laryngeal stridor embraces a considerable number of separate conditions.
The occurrence of three cases of laryngeal stridor in one family is considered to be of sufficient interest to warrant their publication. There have been four children in this family, all girls. All but one have been similarly affected with laryngeal stridor, and all those affected died.
A careful inquiry into the family pedigree on both the father's and the mother's side was made. There was no apparent consanguinity of the parents. The father, who was healthy, was an only child, but his parents were both from fairly large families. The mother, who suffered from bronchitis, was one of a large famnily, several of whom had children of their own. There was no traceable family history of -throat trouble in infancy.' On the same evening as the examination the child died suddenly after a convulsion, the cause of which was not clear.
The post-mortem examination by Dr. J. S. B. Bray showed a cyanosed child. The brain was normal. There was no abnormality of the heart. The lungs were oedematous. The larynx was stenosed in its upper portion.
B.&B, the third child, also a girl, was born in Hil-ingdon Hospital on Oct. 21, 1942, with a birth weight of 7 lb., the birth being normal. In view of the previous family history, a careful watch was kept on the child, and it was noted on the case sheet, when the mother and child were discharged from hospital, that there had been 'normal respirations since birth without stridor.' No stridor developed and this child remains perfectly fit. D.B., the fourth child, a girl, was born at home on Sept. 24, 1947, her birth weight being 6 lb. She was entirely breast-fed from the beginning, and the birth weight was regained by the fourteenth day.
The infant was first seen at the out-patient department of Hillingdon Hospital on Oct. 27, 1947, aged five weeks, having been referred to me by Dr. Kate Glyn-Jones. The mother had noted that the child seemed unable to cry loudly and had been hoarse. Otherwise the mother was not unduly worried. During the third week the child gained 3 oz., and during the fourth week gained 5 oz. on the breast. There had been no vomiting.
A general physical examination showed a small, puny infant. The head circumference was 131 inches. The anterior fontanelle admitted three fingers. The cry was feeble. There was no clinical anaemia. No marked micrognathia was detected. Definite inspiratory laryngeal stridor was present without distress, but accompanied by slight indrawing of the chest wall. The heart sounds were normal and the chest clear. The abdomen was normal. The ears were dry. The throat was apparently clear.
A radiograph of the chest on Oct. 27, 1947, showed the lungs to be clear, but the bifurcation of the trachea was set at a more acute angle than normal. The child continued to attend the out-patient department regularly.
On Jan. 5, 1948, she was screened by Dr. S. A. Maddocks and a barium swallow was given. A right mid-zone pneumonic consolidation was present. The thymus was not enlarged radiologically. The trachea was of normal calibre, but there was apparently a marked laryngeal stenosis. There was no obstruction to the passage of barium down the oesophagus, but definite posterior notching of the oesophagus was noted. This suggested an aberrant vessel passing behind the oesophagus.
In view of the unhappy result of laryngoscopy in the two previously affected children, no attempt was made to examine this child by direct laryngoscopy.
On Jan. 5, 1948, aged three months, she was admitted to Hillingdon Hospital. On examination she was found to be a very small child with a lusty cry.
Continual mild stridor was present but the colour was good. The skull circumference was 14 inches.
The anterior fontanelle admitted three fingers, and the skull bones were firm. The heart sounds were normal in all areas. The chest showed slight dullness on percussion over the right mid-zone postenorly with occasional scattered rhonchi over both lungs. The throat showed relatively enlarged tonsils. The abdomen was poorly covered. There was no splenic enlargement. Neck rigidity was present, and the knee jerks both brisk.
The pneumonia was treated with both penicillin and sulphadiazine, and the child improved. Considerable head retraction remained constantly and typically present, the cerebrospinal fluid being normal. She was eager for her feeds, but tended to choke readily shortly after feeding had begun. Owing to repeated choking attacks feeding took a long time.
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On Jan. 15, 1948 , the Kahn test was negative. A further radiograph (Jan. 14, 1948) showed marked clearing of the pneumonic consolidation.
The child's general condition remained more or less the same until Jan. 28, 1948 , when she developed a temperature of 102' F., and became sunken and dyspnoeic. Another attack of pneumonia was suspected, and by Jan. 29, 1948, the percussion note was impaired over the left upper lobe anteriorly and there were many crepitations over the left lower lobe and in the left axilla. A few moist accompaniments were also present over the right base.
She went rapidly downhill and, in spite of treatment, died on Jan. 29, 1948. NECROPSY: CRANIUM. The meninges were healthy, and there were no visible lesions in the brain. Mouth. The tongue was normal, as also was the pharynx. The thyroid was normal.
CHEST. The thymus was normal, and no adhesions or fluid exudates were present. LARYNX. The larynx as a whole was unduly narrow. The upper aperture was small, but there was no web or fissure present ( fig. 1) .
TRACHEA. Gross (1946) has reported what he believes to be the first case of dysphagia lusoria treated surgically This was an infant aged four months who presented with a history of difficulty in feeding. Examination of the oesophagus after swallowing barium showed indentation of the posterior oesophageal wall at the level of the third thoracic vertebra. Double ligation of an anomalous right subclavian artery near its aortic source was carried out, and after division between the ligatures the distal portion of the divided vessel was permitted to retract to the patient's right and beyond the oesophagus. There was no further difficulty experienced with feeding after the operation. It should be noted, however, that there was no mention by Gross of stridor having occurred at any time in his case.
In a Moynihan Lecture, delivered in 1947, Blalock and Bahnson reporting a series of six hundred and ten cyanotic congenital heart cases operated upon, stated that in twenty-six of these there was a retrooesophageal subclavian artery. They mentioned that for some unknown reason these retro-oesophageal arteries were unduly thin-walled. In one patient in whom a retro-oesophageal subclavian artery was anastomosed to the pulmonary artery, there were suggestive signs of tracheal obstruction post-operatively owing to the vascular ring7created by the anastomosis.
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Reference has been made to the more important papers illustrating the development of our knowledge of laryngeal stridor in early infancy.
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